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Research progress on the therapeutic effect and mechanism of Akkermansia Muciniphila on
metabolic diseases

CUI Xin, ZHANG Yangyang, CHEN Lina. (Department of Pharmacology, School of Basic Medical Sciences, Xi’
an Jiaotong University Health Science Center, Xi’an 710061, China)

Abstract Metabolic diseases are a kind of chronic diseases caused by abnormal metabolism of matter or energy,
including obesity, diabetes and non-alcoholic fatty liver disease, etc., which have seriously harmed people’ s
health. Studies have shown that the imbalance of gut microbiota is closely related to the occurrence and develop-
ment of various metabolic diseases, and the regulation of gut microbiota may have positive significance in im-
proving metabolic diseases. Akkermansia muciniphila is a new type of probiotic, which may have protective ef-
fects on metabolic diseases by repairing intestinal barrier, regulating gut microbiota and improving host metabo-
lism. In order to provide theoretical basis for clinical treatment, this paper reviews the research progress on the
therapeutic effect and mechanism of Akkermansia muciniphila on metabolic diseases, including obesity, diabetes
and nonalcoholic fatty liver disease.
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